There was no history of neuromuscular disease in his family. He was employed in an iron foundry and had enjoyed good health until the age of 35 years, when pulmonary tuberculosis was detected which was treated with streptomycin, isoniazid and PAS for a year. Since then he complained of anorexia and orthostatic dizzy spells and tired easily. He was unfit for work. During the year prior to admission his condition worsened and he noticed a sensation of stiffness which hindered his ability to move. It became difficult to extend his fingers after grasping, and he also was aware of frequent cramps and muscle twitching.
Addison's disease is quite rare; it is caused usually by granulomatous destruction or idiopathic atrophy of the adrenal cortex. The deficiency of adrenal cortical hormones may cause central and peripheral nervous system dysfunction." In adrenoleukodystrophy,2 and in adrenomyeloneuropathy,3 Addison's disease is associated with primary central and peripheral demyelination. This paper presents the rare association of hyperkalaemic paralysis, neuropathy and a picture quite similar to the Isaacs-Mertens syndrome. [4] [5] [6] Case report A 50 year old man was admitted to La Fe Hospital in August 1977 because of a flaccid quadriplegia.
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On one occasion after mild exertion he suffered sudden weakness causing him to fall down without Muscle biopsy The specimen was obtained from right gastrocnemius muscle. Paraffin-embedded material showed variability in fibre size with frequent small and wedge-shaped fibres scattered or arranged in groups. There were no structural changes in fibres. No inflammatory infiltrates or increase in connective tissue were seen. Sural nerve biopsy The material was fixed in glut. aldehyde and processed for light and electron microscopy, and also for teased fibre studies. In semi-thin transverse section, many fibres showed splitting and vacuolisation of the myelin sheath (fig 1) . The number of fibres per mm2 of transverse fascicular area was 7954 and the histogram presented a pattern similar to the control (fig 2) . Teased fibres revealed abundant abnormalities in the myelin sheaths, which showed frequent thin and pale internodes, alternating with normal myelinated segments (fig 3) , this being an expression of a demyelinating-remyelinating process. According to Dyck 
